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The availability of blood spots on stored Guthrie cards enabled us to compare blood ferritin concentrations in the first week of life from victims ofSIDS and controls. A significant difference might have formed the basis of a useful screening test for infants at risk.
Plasma ferritin concentrations in normal adults vary from 15 to 300 gg/l and reflect the variable concentrations ofstorage iron present.6
There is a similar variability of ferritin concentrations in newborn infants so that wide variations in the mean value of the four control cards for each case are to be expected. The mean value of 93 gg/l in eight samples of cord blood is within the expected range.6 In the cord blood samples the plasma component accounts for a mean of 7% of the total blood ferritin-a smaller proportion than the mean of approximately 20% for adult blood.'0
Preliminary studies showed that little ferritin could be extracted from the dried spots of blood on Guthrie cards stored for more than six months. However, with the extraction procedure described above, studies of blood spots stored at temperatures from 4 to 56°C indicated that a recovery of about 25% might be expected for cards stored for prolonged periods of time at room temperature.
Our study is limited by the small numbers and because it would not be possible to detect a difference between a case and the control cards of less than 20%. Nevertheless Ethical considerations preclude the investigation of prone babies, but the work reported here shows clearly that the number of bacteria sampled from the nose is increased in adults with colds who lie prone. This is presumably because the amount of secretion in the nose is increased in this position. A clear difference was obtained after only one hour. It is anticipated that several hours in one position, as occurs in young infants, would lead to an even greater difference as a result of further accumulation of secretions and bacterial growth.
One important anatomical difference between infants and adults is the relative size of the respiratory sinuses. In infants they are small compared with the volume of the anterior and posterior nasal spaces and therefore it is drainage from the latter which is relevant to SIDS. In adults, however, the sinuses are relatively large and drainage from them could contribute to the accumulated secretions in the nasal spaces in the prone position. This does not influence the conclusion that drainage from the nasal spaces is impaired in the prone position compared with the supine position. A number of postulates have been proposed to explain the link between SIDS and the prone sleeping position. These include retention of CO2, positional asphyxia, diminished arousal, and decreased heat loss in the prone position increasing the risk of heatstroke.89 The explanation proposed here does not preclude these possibilities. Indeed, infection is a major cause of both pyrexia and decreased arousal due to cytokine production. Thus, a number of these factors could act together to bring about a fatal outcome. The patient had a low grade fever over the following week and enlarging pleural effusions. His peripheral white cell count rose from 14-8 x 109/l to 19-6 x 109/I. A pleural biopsy was performed, followed by right chest drain insertion and drainage of 1200 ml blood stained fluid. Routine culture on blood, chocolate and cystine lactose electrolyte difficient (CLED) agar in an aerobic atmosphere with 5% CO2 at 37°C, and on blood agar anaerobically (80% nitrogen, 10% hydrogen and 10% CO2) at 37°C, yielded no growth after 48 hours. ZN staining was again negative and all cultures for acid fast bacilli were negative at eight weeks. Tuberculin skin testing (1:1000) was negative.
Erythromycin was stopped and intravenous metronidazole added (500 mg three times daily), in case of aspiration post-cardioversion (attempted before admission to this hospital). Three days later, drainage from the chest drain ceased; a further pleural tap and biopsy was performed, producing thickened blood stained fluid. Cytology showed fibrinous material and many white cells consistent with an empyema. Direct Gram staining showed scanty large Gram positive rods and many neutrophils; anaerobic culture, as described above, revealed a pure growth of Clostridium difficile. Plates incubated aerobically showed no growth. No other specimens processed during this period showed evidence of Gram positive rods on staining, nor was C difficile isolated from any other specimen, suggesting that laboratory contamination was extremely unlikely. The isolate was positive for toxin A using the Premier C difficile Toxin A EIA kit (Meridian Diagnostics
